Though pulmonary tuberculosis is a common chronic infection in the developing countries like Nepal, the incidence of tubercular constrictive pericarditis is very low. Here we report a patient of active pulmonary tuberculosis with sputum positive for acid fast bacilli along with densely calcified constrictive pericarditis which has been reported as a very rare presentation in the literature.
INTRODUCTION
Constrictive pericarditis is a process of chronic fibrous thickening of the pericardium, which is frequently accompanied with calcification and prevents the diastolic filling of the heart.1,2 Many etiologies have been identified, such as idiopathic chronic pericarditis, infection, post-cardiac surgery, mediastinal radiotherapy, neoplastic, autoimmune, uremia, sarcoidosis and methysergide therapy. 3, 4 CASE REPORT 50 years old lady from a remote area (Humla) in Nepal presented with history of progressive swelling of lower limbs and abdomen for six months. She also had progressive shortness of breath with orthopnea and few episodes of bright red hemoptysis. Clinical examination reveals a lean and thin lady with muscle wasting, pallor, icterus, ascites, tender hepatomegaly and markedly elevated jugular venous pressure with prominent, rapidly collapsing y descent. Kussmaul sign was positive. Pericardial knock was appreciated over the left sternal border during auscultation. Electrocardiography showed nonspecific ST-T wave abnormalities and reduced voltage. Chest X-ray was suggestive of very apparent dense circumferential pericardial calcification rim with right sided pleural effusion and left lower zone infiltrations as shown in Fig. 1(A) . Pleural fluid tapping was done and it was straw coloured exudative fluid with positive adenosine deaminase (ADA) test. Cytology revealed chronic inflammatory cells with lymphocytes predominant. Sputum for acid fast bacilli was positive. CT scan thorax suggestive of dense pericardial calcification with pulmonary infiltrates and right sided pleural effusion as shown in Fig. 1(B and C) . 2D Transthoracic echocardiography on four chamber apical view demonstrated diffuse pericardial calcification with notching on M-mode study as shown in Fig 2(A) and 2(B) .It also revealed abrupt displacement of interventricular septum during early diastole, also known as septal "bounce"; marked respiratory variation in mitral, tricuspid inflow velocities and signs of systemic venous congestion such as dilation of hepatic veins and distention of the inferior vena cava . 2 (B) 
DISCUSSION
Tuberculous pericarditis will lead to pericardial constriction due to chronic granulomatous inflammation of the pericardium with subsequent deposition of fibrinous strands which is demonstrable on echocardiography. 6 Anti-tuberculosis chemotherapy is still the cornerstone of the treatment for tuberculous pericarditis. In the endemic area, six-month anti-tuberculosis chemotherapy is recommended. In the chronic stage of tuberculous constrictive pericarditis, pericardial decortication with wide resection of both the visceral and the parietal pericardium, remains the definitive treatment. 2 Yang et al. highlighted the importance of pursuing early pericardiectomy, rather than pericardiocentesis and window placement, to achieve sustained relief of symptoms in patients with advanced stage disease. 7 Tubercular constrictive pericarditis usually occurs much later after active tubercular pulmonary infection or ineffective therapy. There are very few reported cases of active pulmonary tuberculosis with concurrent constrictive pericarditis. Our case highlights the fact that tuberculosis is still a very common chronic infectious illness with very rare presentation. Strong suspicion should always be there for its early diagnosis so that effective therapy can be administered for better outcome.
CONCLUSION
Thorough clinical evaluation along with use of appropriate diagnostic tools and administration of definitive medical and surgical therapies are vital for better outcome of constrictive pericarditis. Surgical intervention still stands as the definitive therapeutic modality once the patient develops symptoms or signs of pericardial constriction and right sided heart failure.
